. Meadow, NY 11554. Childhood obesity is caused by a variety of genetic and environmental factors which have been difficult to identify. We have recently found that some obese children have reduced levels of hair ZN. Our studies in rats and in adults with coronary artery disease have confirmed an inverse relationship between nutritional ZN status and aerum TG levels. We have also reported a direct relationship between serum T and Zn nutritional status. We are here reporting data indicating that obese children can be divided into two groups. In Group 1 the serum TG level and hair ZN concentrations are significantly higher than in
Group 2, and only in Group 1 is there a direct correlation between serum T and hair ZN. The cause of the lack of a direct relationship between ZN and T in Group 2 obese children is not known.
Correlation A simple method for the measurement of plasma free, bound and total cyst(e)lne has been developed. Using this method, we found that plasma total cyst(e) lne is dlstrlbuted equally between that bound to plasma proteln (10.5 f 4.0 pmoles/dl, mean f S.D.) and that free (9.9 f 2.5); compare wlth amino acld analyzer free fcystlne (10.7 f 2.2).
Radioactive studies show the cyst(e)lne Is bound mainly to albumin In vlvo and Is not an artifact of lsolatlon.
Cyst (el lne may be displaced from plasma protein by compounds that compete for the available sulfhydryl groups of plasma proteins, e . g . In 5 patients wlth homocystlnurla, homocystelne was the predominant sulfhydryl compound bound to plasma proteln. In addition, nutrition can affect both free and bound cyst(e) lne In the plasma, e.g. rats starved for 8 days had a slgnlflcant decrease both In plasma free cyst(e) lne and bound cystelne.
We conclude: (I) Prevlous methods for the measurement of plasma cyst(e)lne underestimate the quantity of cyst(e) lne In the plasma. (2) The distrlbutlon of plasma cyst(e)lne between the bound and the free form may be influenced by the nutrltlonal or metabolic state. Intracellular sorbitol accumulation has been implicated as an etiologic factor for many of the sequelae of diabetes mellitus. The human erythrocyte is a tissue that accumulates sorbitol in response to extracellular glucose concentration. Red cell sorbito1 levels in children with diabetes were compared to those in red cells from non diabetics. Sorbitol was measured by a fluorometric assay utilizing sheep liver sorbitol dehydrogenase; glucose was measured by glucose oxidase. Red cell sorbitol in 140 children with diabetes (36.6f1.7nmols/gm Hb) was greater than in 50 non diabetics (10.3f .79) p<. 0005. The influence of extracellular glucose was taken into account by expressing intracellular sorbitol in terms of plasma glucose concentration (S/G). The S/G ratio for red cells from diabetics was 20.6f.88 and non diabetics was 12.1f.95 p<.0005. When red cells from diabetics were exposed to non diabetic glucose concentrations for up to 14 hours the S/G ratio did not return to non diabetic levels. Non diabetic red cells exposed to elevated glucose concentrations (300 and 500 mg/dl) for 3 hours did not manifest elevated S/G ratios. Elevated S/G ratios were found in association with non diabetic hemoglobin Ale values suggesting long term exposure to near physiologic glucose levels. Increased sorbitol production was found in most, but not all individuals with diabetes and seems to be an acquired characteristic. This is the first evidence of altered polyol pathway activity not directly related to substrate availability in spontaneous human diabetes. . .
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C~N~~E U T A
is the primary agent in the treatment of plumbism in In this disorder (NA), normal plasma low density lipoproteins children. In vitro studies have shown that this agent also che-(LDL) are absent but intestinal absorption of fat is normal. latea several essential trace elements including Zn. We invesbevels of spherical, trlgiyceride-rich lipoproteins, 300 to 1000 tigated the effects of a 5-dav course of CaNa7EDTA (1000 mg/m2/ A in diameter, rise markedly in plasma during fat absorption. Though 40% of their protein is insoluble in 4.2M tetramethylurea, it has only limited immunoreactivity with antibodies to apo B of LDL. Its apparent molecular weight (MWapp) In SDS is identical to that of the 8-48 protein of normal human chylomicrons and it has a similar amino acid composition. The 8-100 protein found In normal very low density lipoproteins and LDL, which has a much larger MWapp, Is undetectable. This suggests that the 6-48 and 8-100 proteins are under separate genetic control and that NA results from selective deletion of the 8-100 apolipoprotein. We purified chylomicrons from serum of a patient with NA, labeled them with 1311, reinfused them and isolated 6-48 protein from serum lipoproteins by SDS gel electrophoresis. The label disappeared with a t+ of 52 minutes. Minimal labeling was detected briefly in lipoproteins of Intermediate density (12% of total l3'1 at 2 minutes, none thereafter) and none in the LDL Interval. We conclude that the 8-100 apolipoprotein is required for formation of LDL and that the B-48 apoprotein of chyiomicrons is not converted to apo B of LDL. da;) on serum Zn and Cu concentrations. 13 children with varying degrees of plumbism (blood Pb: 40-71vg/dl) had serum Zn and Cu concentrations measured 1 day before and 1 day after 5 days of therapy. In addition, 6 of these subjects had recovery (rec) phase levels drawn within 1 month of therapy. Results: Pre-Rx Post-Rx Rec t(pre/post) t(pre/rec) controls Cu 154f34a 164f40 156f49 1.43 -.a11 148f18a Zn 81f18~b 50f15~ 83f5b 13.1c -.302 102f8a a=vg/dl, meanfSD; b-sign. different vs. controls, p<.001; c=p<.001; t=paired t test Conclusions: 1) Mean serum Zn concentration in children with plumbism is significantly lower compared to normal children; 2) CaNa2EDTA treatment transiently and significantly further decreases serum Zn levels; 3) Return to pretreatment Zn levels occurs less than 1 month after CaNa2EDTA therapy; 4) Serum Cu concentration is unaffected by increased blood lead concentration or CaNa EDTA therapy; 5) Zn and Cu supplementation to correctany ~a~a~~~$~-i n d u c e d abnormalities appears unnecessary; 6) ~G e s e data suggest that interactions between Zn and Pb may be of importance in the clinical expression of lead toxicity.
